A case of primary tuberculosis of the oesophagus is presented; the patient was successfully treated by oesophagectomy. The condition, being rare, has stimulated the authors to review the literature concerning primary and secondary oesophageal tuberculosis. The history, modes of infection, the pathology, clinical picture, diagnosis, investigations, and methods of treatment are discussed. In contradistinction to the secondary disease, which is terminal, primary tuberculosis of the oesophagus is a curable disease with a fairly good prognosis. The case report shows that the surgeon should pay careful attention to the site of the anastomosis; otherwise post-operative stricture can develop. Even this responds well to dilatations and the patient can regain normal health.
The first antemortem diagnosis of tuberculosis of the oesophagus was made in 1907 by Schr6tter; and the first post-mortem report was by Denonvillers in 1837 (Terracol and Sweet, 1958) .
Until 1950 no case is on record of primary tuberculosis of the oesophagus; all the reported cases have suggested that tuberculosis becomes established in the oesophagus by one of the following routes:
(1) Swallowed sputum in patients having advanced open pulmonary tuberculosis, especially when they are undernourished and have stagnation of swallowed sputum proximal to an oesophageal stricture (Heimendinger, Fruhling, and Klotz, 1949) . We note that, whereas tuberculosis of the intestine is common, the disease hardly ever involves the oesophagus. We suggest that the difference may be in the blood supply, lymph drainage, and mucous secretion.
(2) Direct continuity, e.g., from Pott's disease of the spine (Maillet, 1960) , from an adherent tuberculous cavity of the lung or from tuberculous lymph nodes in the mediastinum (Roget, Jaudel, Beaudoing, Valois, and Gilbert, 1960; Montandon, 1964 (Doesel, 1960; Roget et al., 1960) and fistulous communication, especially with the left main bronchus. This process was responsible for the oesophago-pleural fistula described by Warembourg, Delacroix, Pauchant, and Sergent (1959) after pneumonectomy for tuberculosis; the fistula was repaired by prethoracic oesophagoplasty.
(4) Blood-borne disease is possible but has not been reported.
The above routes of infection are responsible for secondary disease of the oesophagus; but primary tuberculosis is rare; cases have been reported by Baron, Venisse, and Legal (1961) , and by Audouin and Poulain (1950 Clinically, the symptoms depend upon the degree of pathological involvement. Pain and dysphagia are two cardinal subjective findings. Pain is the more pronounced symptom if there is ulceration. It is felt in the throat and referred to the ears and often involves the upper part of the oesophagus; it is also experienced in the retrosternal region and radiates to the back. The pain is usually continuous and is increased by swallowing, even of saliva. Dysphagia is progressive and is like that of cancer of the oesophagus, being first to solids, then to semisolids, and finally to liquids.
Barium examination of the oesophagus shows diminished motility and stricture of the area affected. Ludin (1947) has described the radiological appearances in detail.
At oesophagoscopy the appearance depends on the type of lesion present; the mucosa is pale and there may be tubercles scattered here and there.
Biopsy may be conclusive. Pretzman (1942) described a case of tuberculosis of the oesophagus diagnosed at oesophagoscopy.
In addition to affection of the general condition due to starvation and toxaemia, tuberculosis of the oesophagus may present itself on account of one of the complications such as traction diverticulum (Kragh, 1922) , oesophago-bronchial fistula (Montandon, 1964) , oesophago-pleural fistula (Warembourg et al., 1959) , oesophagocutaneous fistula (Lawson, 1949) , right recurrent nerve paralysis (Calvet, C(oll, and Son-Qui, 1961) , left recurrent laryngeal nerve paralysis or malignant change with tuberculous disease (Aubin, 1943) . Bacteriological and cytological examinations of the oesophageal washings and ihistological examination of a biopsy specimen are the two conclusive points in diagnosis.
With the secondary type of oesophageal tuberculosis the prognosis is bad and the disease is terminal. With primary tuberculosis, especially with the hypertrophic type, the prognosis is good when properly managed.
Antituberculosis treatment must be given. Surface anaesthetics may be given by mouth to relieve the pain, as also may antispasmodics. In the hypertrophic type causing obstructive dysphagia, especially if there is no other active tuberculous focus, oesophagectomy should be done, with restoration of the continuity of the gullet (Jeanne, 1948; Audouin and Poulain, 1950 had been complaining of progressive dysphagia for three months prior to her admission. The patient gave no history of tuberculosis or of any other debilitating disease. She was underweight and cachectic. The blood picture showed secondary anaemia and the leucocyte count was 8,000/c.mm. with relative lymphocytosis. Radiologically the lung fields were normal and a barium swallow showed a stricture involving practically the whole oesophagus. Oesophagoscopy revealed a small oesophageal pouch just below the cricopharyngeus, which was dilated and lined with healthy mucosa, and this led to a long narrow stricture. Tuberculin tests were positive.
The girl had no history of having swallowed caustic. Her general condition was improved by small repeated blood transfusions, and amino acid and multivitamin infusions given over two weeks. She could only swallow fluids. Her serum electrolytes were corrected, and she was operated upon on 11 May 1967. Laparotomy was first performed through a left upper paramedian incision, and exploration revealed nothing abnormal. The stomach was mobilized and the hiatus freed and dilated. The abdomen was closed. The patient was turned on to the left side and the right chest was opened through the bed of the fifth rib. The mediastinal pleura, lung, and mediastinal lymph nodes were normal and free. The mediastinal pleura was incised and the vena azygos was cut between two ligatures. The oesophagus was contracted and much thickened; it had an irregular surface and felt as firm as cartilage. The lesion extended almost to the apex of the chest. After mobilization of the thoracic oesophagus, the stomach was brought up into the thoracic cavity. The diseased part of the oesophagus and the cardiac end of the stomach were resected; the stomach was anastomosed to the thoracic oesophagus at the top of the chest. The oesophagus at the site of the anastomosis, though of reasonable calibre, was thick and firm and its wall was not healthy. The chest was closed with a tube connected to an underwater seal; this was removed after three days. The post-operative course was stormy, but the patient was discharged swallowing reasonably well. Swallowing improved for six months postoperatively, and then she began to get dysphagia again, and for this she is treated by frequent endoscopic dilatations. She has gained weight, is not anaemic, and has gone back to school. The correct diagnosis was made after histopathology; the sections show hypertrophic oesophageal tuberculosis.
